T he article by Striz et al in this issue of Chest (see page 882) examines @32 integrin and ICAM-1 ex pression on human alveolar macrophages in patients with sarcoidosis and in control subjects. To put this interesting article in context, a brief overview of the background leading to this work is necessary.
The cell population recovered by bronchoalveolar lavage (BAL) from normal lungs is predominantly (>90 percent) alveolar macrophages in various stages of maturation. Small numbers of lymphocytes are also found. Pulmonary alveolar macrophages normally in gest and contain inhaled particulates without inducing local inflammation.
Moreover CD18 is foundon the same cells, and binds to iC3b.
Leukocyte integrins are required for neutrophil and T-cell function. For instance, anti-CD11a/CD18 anti bodies inhibit T-cell proliferation in response to cell adhesion in vitro, and prevent transplant rejection in vivo. â€˜¿ Â°@â€oe Put simply, T-cell stimulation by antigen presentation requires binding between LFA-i on an tigen-presenting cells and its ligand, designated
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